Late potentials represent low amplitude fractionated electrical activity and they appear at the end of or after the QRS complex. They can be recorded directly by catheter mapping or intraoperative endocardial and epicardial mapping"' or indirectly from the body surface by "high-resolution electrocardiography" '7 after myocardial infarction in patients with sustained ventricular tachycardia. These potentials originate from asynchronous electrical activity in bundles of surviving muscle, mostly at the border of a myocardial infarction. These surviving muscle bundles are separated by fibrous tissue that can form isolating boundaries between them.89 The low amplitude of these signals is probably the result of the large amount of connective tissue and few surviving muscle fibres beneath the electrode.8 They are considered as markers for an "arrhythmogenic substrate" that may become the site for re-entry.'0 However, not all sites showing late potentials are arrhythmogenic; occasionally they are non-specific markers of local fibrosis."
Late potentials have rarely been seen in patients with normal left ventricular function.' But they were found in 90% of patients with ventricular tachycardia or ventricular fibrillation after previous myocardial infarction. 6 Late potentials were much less common in patients with previous ventricular fibrillation than in patients with sustained uniform ventricular tachycardia. 6 The longer the duration of late potentials the faster was the rate of ventricular tachycardia. Late potentials were most common in patients with left ventricular aneurysms caused by coronary artery disease and in patients with other abnormalities of left ventricular contraction.'2 Late potentials were more common in patients with inducible ventricular tachycardia. ' Eldar et al reported on the effect of thrombolysis on the evolution of late potentials in the early postinfarction period."5 A hundred and fifty eight patients were prospectively studied during the first 10 days after acute myocardial infarction. The study population consisted of two non-randomised groups. Ninety three patients had been treated conservatively whereas 65 patients had been treated by intravenous thrombolysis. The incidence of late potentials in the first two days after infarction was not significantly different in patients treated conservatively (14%) and those treated by thrombolysis (1IV8%). On days 7-10 the incidence of late potentials among patients treated by thrombolysis was unchanged; however, it had increased significantly in the conservatively treated group from 11 8% to 225% (p < 0-01). Volosin et al also evaluated the time course of late potentials after myocardial infarction.17 They found that in reperfused infarctions development of late potentials was related to the presence of Q waves and was independent of peak creatine kinase concentrations and infarct location. Late potentials sometimes were present only in the early infarction period; they may represent areas of transiently delayed myocardial activation that resolve with infarct healing. 17 Gang However, we do not know whether improvement in prognosis after thrombolytic treatment is due to a reduced mortality from heart failure or from arrhythmic causes. In addition, the mechanism underlying an improvement in prognosis has not yet been adequately examined.
The reduction in infarct size achieved by early thrombolysis is relatively small. Ritchie et al reported a reduction in infarct size (as a percentage of the left ventricle) from 19% in controls to 15% in patients treated with streptokinase.2" Bassand et al found that the left ventricular ejection fraction was higher (53%) in a group treated with anistreplase than in a group that was not given fibrinolytic treatment (47%).22 The infarct size was reduced by 31%. In the GISSI trial there was no difference in ejection fraction at the predischarge examination in those assigned to streptokinase and those assigned to standard care.24
However, patients treated with streptokinase had smaller ventricular volumes and a smaller regional wall motion index than patients given standard treatment. These effects persisted for up to 6 months. 174-6)-We regret that an editorial error was introduced into this article. Lines 9, 10, and 11 of the second paragraph on page 174 should have read: There was an inverse relation between the duration of late potentials and the rate of ventricular tachycardia.
